Since the work of Boorman, Dodd and Trinick (1949) , incompatibility in the ABO system has been recognized with increasing frequency as a cause of haemolytic disease. Robinson, Phillips and Prystowsky (1951) , Shumway, Miller and Young (1955) , Davidsohn (1956) and others have written on this condition. And yet haemolytic disease due to ABO incompatibility is much less widely known than that due to Rhesus incompatibility. The failure widely to recognize ABO disease may be due to several reasons. Chiefly it is due to the fact that it is usually not a serious condition. In its severe degree it is uncommon. In its common form it is so slight as scarcely to be recognized. So the disease is held to be rare. Belief that a disease is rare leads to a lessened vigilance in its detection, and it is remarkable how once a disease is found to be not uncommon how quickly it becomes commonplace. Then again, that elegant test, the direct antiglobulin test of Coombs, which so readily detects haemolytic disease in blood group incompatibilities other than ABO, is usually negative by the more usual techniques. By the special technique of Rosenfield (1955) , however, it may be shown to be positive. With It is stated by Davidsohn (1956) that ABO haemolytic disease appears in 1 in 3,000 random pregnancies and by Gunson (1956) Table 3 shows the first haemoglobin level determined after the jaundice was first reported. In no case was the haemoglobin below 15 g. %, and in the majority it was considerably higher. The most severely jaundiced did not have lower haemoglobin levels than the remainder. In twelve instances it is recorded that splenic enlargement was specifically sought. In two only was it found. Table 4 shows the presence or absence of spherocytes in a stained smear and the osmotic fragility of the red cells in venous blood expressed as the percentage concentration of sodium chloride in which haemolysis is first apparent.
In eight instances spherocytosis is recorded as being present. It is remembered that it was also present in two further cases, Cases 2 and 3, but there is no written record of this. All cases showing spherocytosis showed haemolysis in concentration of 0-60% saline, or greater, but those showing the most obvious spherocytosis were not those with the greatest fragility. Reticulocyte counts were done in only nine of the 14 babies. In only three was the count above the normal of 4 350% (Washburn, 1941) for this age group. Table 5 shows the reaction on a slide of the whole blood of the baby when mixed with complement inactivated normal AB serum compared with the same serum with the addition of bovine albumin (Witebsky, 1954) . Thirteen of the 14 babies had blood which agglutinated with normal AB serum within 90 seconds. One baby showed no reaction where reaction might have been expected. In five there was agglutination also in the AB serum with bovine albumin.
Experience with this test has shown that it is most difficult to interpret with confidence. The agglutination may be very fine and scarcely visible. It is easily confused with rouleaux formation. The time limit of 90 seconds must be strictly enforced or false positive results will be found. Incorrect readings in our hands have been too frequent to make the test really valuable.
The direct antiglobulin test of Coombs was performed in the 14 babies in the series. In only one, Case 4, was macroscopic agglutination seen with a test carried out as described by Zuelzer and Cohen (1957) . Table 6 shows the blood groups of the babies compared with those of their mothers. It Initialbilirubin(mg. 
Discussion
Investigations on the cases presented here are in some instances incomplete, but the following facts clearly emerge. The slightly lower birth weights of those requiring treatment was not a significant difference. There was no difference in the average time of onset of the jaundice in those in whom the jaundice later became severe. Late onset did not mean mild disorder. The Coombs test was positive in one baby, but this was one with a low level of bilirubin throughout. The initial haemoglobin level was no lower in those threatened with kernikterus than in the others, nor was splenic enlargement a feature of severe disease. Spherocytosis was present or absent in mild and in severe cases alike, as was an increased osmotic fragility of the red cells.
Agglutination of the baby's cells in AB serum was found in the three severely affected babies, but it was also found in most of the others, including that with the lowest bilirubin. A reticulocyte count of 11 % was found in one of those with marked icterus, but a similar count was found also in one of the mildest of the series. Immune anti-A was found in a titre of 1:640 in one of the babies with severe jaundice, but it was present in the same titre in a baby whose bilirubin never rose above 7 mg. %. Incompatibility of group B was present in a severe case, but was present also in a case of only moderate severity.
There was thus, in this series, no difference between the cases with severe jaundice and those with mild jaundice apart from the degree of jaundice itself.
The 14 cases where ABO incompatibility existed appeared to represent a uniform picture of the same disease manifesting itself in greater or less severity. There was no way of forecasting which would become an anxiety and which would cause no alarm. All need close watching.
The true incidence of ABO disorder is difficult to determine. Rosenfield (1955) (Zuelzer and Cohen, 1957) that babies of subgroup A2 escape altogether and that full maturity of the antigenic potential of A1 is not developed in the newborn. It may be that in some babies the immune antibody does not cross the placental barrier or is neutralized in so doing by the A or B substances in the placental tissue. It may be that there is an antigenic fraction associated with, but not identical with the A and B antigens, which is present in some but not in others. Unger and Wiener (1954) have demonstrated a factor C in the ABO system, and to this factor they attribute A-BO haemolytic disease. If the group 0 mother of a baby of group A had, herself, a mother who was of group A and a secretor one could see that she, while herself a foetus, could develop tolerance to the A antigen from being subjected to A in intrauterine life. Were this to happen one could imagine that such a mother would not herself have a baby with ABO haemolytic disease for, to her, the A factor would no longer be antigenic. Probably there is no single explanation of why the disorder does not always appear when conditions seem to be fulfilled for its appearance.
In this survey a discrepancy at a low level of significance is noted between the incidence of Rhesus negativity in mother-child incompatible babies affected with ABO haemolytic disease and what would be expected from the random distribution. If this difference be real it is difficult to explain. Until a larger series proves or disproves the significance of this observation it would be idle to speculate further.
Some would discount the levels of antibody titrations presented in Table 9 (Zuelzer and Cohen, 1956) was not realized. We are now employing this test using the A or B cells of the baby's father for, if his baby is affected, he will himself possess cells upon which free antibody in the baby's serum will react; that reaction being detected by the indirect Coombs test. There is always a reason for jaundice within 24 hours of birth. The diagnosis of 'physiological jaundice' should not be invoked to explain such a happening.
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